the role of calpains in TrkB.FL downregulation in cultured neurons subjected to excitotoxic conditions, although different cultures and distinct stimulation protocols were used. Furthermore, both studies show that excitotoxic stimulation induces de novo synthesis of truncated TrkB receptors (TrkB.T). Similar results were obtained in both studies using the MCAO model of transient focal brain ischemia, and the work of Vidaurre et al. (2012) also showed a neuron-specific increase in TrkB.T1 protein levels after stroke in the human brain. The most important disagreement between the two papers concerns the neuroprotective role of TrkB.T receptors which was unraveled for the first time in our work through experiments where cultured hippocampal neurons were incubated with BDNF.
